would seem to be supported by the consistency of the pattern of results shown by either the series as a whole or after division according to ethnic origin, or after analysis within single alcoholic units. The general pattern of an increase of group A non-secretors among the alcoholic patients and a corresponding decrease of group A secretors is maintained.
Moreover, when the patients are divided according to ethnic origin the group A secretor/non-secretor frequencies found in each ethnic group vary in such a way as to maintain about the same differential between alcoholics of a particular ethnic. group and their appropriate controls. This is well shown by the percentages Df non-secretors (see Table II ).
There is at the present time good evidence for a number of associations between blood groups and various diseases, particularly of the alimentary tract. These have been reviewed by Roberts (1959) .
Various explanations of an association between alcoholism and ABO groups and secretor status come to mind: for example, a genetically determined predisposition to the disease or the existence of an enzyme or enzymes associated with the metabolism of alcohol varying with ABO group and secretor status (cf. the association between intestinal alkaline phosphatase and ABO blood groups described by Arfors et al., 1963) . Such theories, however, would not be consistent, with the finding of an almost exact balance between the increase in A non-secretors and the loss of, A secretors in the series investigated.
Such a balance points to a direct effect of alcohol on the secretor status of an individual as a cause of the disturbed secretor/non-secretor distribution. Though from most points -of view this would appear to be an unacceptable theory it would best fit the experimental findings. It would require that a certain number of genetically constituted group A secretors become phenotypically non-secretors. through the constant imbibition of alcohol. One difficulty is the fact that the disturbed secretor/non-secretor frequency does not apparently involve group B. In addition, whatever effect the alcohol might be supposed to exert would have to be at least moderately permanent, since most of the patients were " dry " at the time of testing. Under the experimental conditions of the tests in the series no intermediate forms difficult to categorize either as secretors or as non-secretors were encountered. Moreover, since all the non-secretor alcoholic patients have the expected red cell Lewis type-that is, they are mainly Le(a+b-) 
Introduction
Pentagastrin has been used to stimulate secretion of acid by continuous intravenous infusion (Wormsley et al., 1966; Multicentre Pilot Study, 1967) , subcutaneous injection (Makhlouf et al., 1966; Wormsley et al., 1967) , and intramuscular injection (Johnston and Jepson, 1967) , and also as snuff (Wormsley, 1968; Jepson et al., 1968) .
This study had been planned to investigate the doseresponse of a normal human stomach to gastric stimuli and to examine the effect on this response of gastric secretory inhibitors. After the first few tests, however, there was a pronounced reduction in the gastric response to all stimulants Pepsin Secretion.-The output of pepsin was less in tests of series 2 than in tests of series 1. In series 2, however, the concentration of the pepsin in the gastric juice was higher (Table II) , so that the decrease in pepsin output was proportionately less than in acid. The initial maximal gastric output in the patient with a chronic duodenal ulcer was high (40 mEq/hr.). One week later the response to the same stimulus was reduced, as was the response to augmented histamine stimulation (see Chart and Table III ). In the interval between the two tests there had been no change in diet or ingestion of alcohol, salicylate, etc. The patient, who initially complained of symptoms typical of duodenal ulceration, became asymptomatic at the time of his later tests. (Hubel, 1966; Rohrer and Welsh, 1967) or that the stomach had become unresponsive to stimulants, as reported in patients with normal peptic mucosa and pancreatic adenomata, who showed markedly impaired secretory response, some of which could be reversed by treatment with steroids (Hindle et al., 1964) . The former cause seems more probable in Subject 1 of this study, since a gastric biopsy showed severe mucosal damage and parietal cell loss. Unfortunately no information is available about the histology of the stomach during the initial five tests, but the stomach was then functionally normal. Histological evidence of comparative sparing of the chief cells is compatible with the smaller reduction in pepsin output compared with acid. It seemed probable that the low acid output in the tests of series 2 was due to decrease in the number of parietal cells and not due to secretion and subsequent transmucosal loss of acid in view of the failure to demonstrate back diffusion of acid.
The presence of antibodies to parietal cells in Subject 1 does not, unfortunately, solve the problem of whether parietal cell damage precedes or follows the appearance of antibodies, since six months had elapsed between the change in secretory pattern and the antibody determination.
Significant impairment of the gastric secretory response to stimulants of the type noted in this study has not been reported previously, though the converse type of response has been noted with low acid output in response to stimulants followed later by greater acid output (Weir, 1967) .
Gastric testing by methods in current use has been shown to produce results which are reproducible on repeated testing (Wormsley et al., 1967; Jepson et al., 1968 
